Two cases of bromide intoxication are reported. Although the serum bromide levels were not particularly high, they were related to typical neurological and psychiatric features of bromism. The authors wish to suggest that the rare syndrome of bromism be considered in the differential diagnosis of obscure or refractory neuro-psychiatric symptomatology.
Introduction
Bromides were formerly used for their sedative and anti-convulsant properties. The neuropsychiatric features of bromide intoxication have been recognized for many years (Barbour, Pilkington and Sargent, 1936) . Carney (1971) 
Clinical reports

Discussion
Bromides are rapidly absorbed orally and distributed throughout the body in competition with chlorides. Excretion is primarily by the kidneys, with a half-life of about 12 days (Torosian, Finger & Stewart, 1973) . Any condition which interferes with an adequate intake of food or salt will predispose to bromide intoxication. Both the reported patients were poorly nourished for several months before admission. The blood bromide level is a rough index to the degree of intoxication, though individual susceptibility varies greatly, and following prolonged bromide intoxication, the serum levels may not accurately reflect the nervous system involvement (Whybrow & Ewing, 1966) . Mental disturbance is usually considered very likely to occur when blood bromide level exceeds 100 mg/dl (Barbour et al., 1936) , but toxic effects may depend more on the general mental state, premorbid personality, duration of ingestion, state of hydration, and electrolyte balance of the patient (Freedman, Kaplan & Sadack, 1978) . Blood levels measured in our cases are lower than some of those quoted in the literature, but the elevated levels seemed to correlate well with the morbid features of bromism. Other cases with similar serum bromide levels have been reported (Sayed, 1976; Gerner, 1978) .
The two main clinical syndromes associated with bromide ingestion are (1) intoxication, where there is clouding of consciousness, associated with dysarthria, unsteadiness of gait, dysmnesia, mood disturbance and perceptual distortions, (2) schizophreniform psychosis, where paranoid delusions and hallucinations develop acutely in clear consciousness in people of schizoid propensities (Levin, 1951) . Our cases appear to be examples of both types of syndromes.
The sources of bromides for both patients have not been determined. In the first case, the bottles of granules of potassium bromide may have been obtained before the change of law in 1978, as it was then sold as a component of home-made photographic developer. A thorough search of their house by the husband of the second patient revealed no source of bromides. There is no evidence that either patient was obtaining bromides by prescription from a local medical practitioner. It is unlikely that drugs other than sodium and potassium bromide would cause clinically significant serum bromide levels. Therapeutic doses of emepronium bromide, for example, give maximum serum levels of 800 ng/ml (Wade, 1977) .
We suggest that bromide intoxication be considered in the differential diagnosis of obscure, unusual or refractory psychiatric symptomatology. 
